THE Council of the Section of Medicine has acted wisely in choosing colitis for discussion. No diagnosis is made more frequently and with less justification. Usually when colitis is diagnosed, a name indicating a definite organic disease is given to explain symptoms which are functional, and much time and money are spent on vaccines, intestinal douches and visits to spas, when nothing more than a little judicious psychotherapy is required. On the other hand, the same diagnosis is often made when cancer of the colon or rectum is really present, and weeks are allowed to pass with futile bacteriological and local treatment until all chances of cure by a radical operation are lost. It is clear, therefore, that colitis should never be diagnosed until a thorough investigation has shown that inflammation of the colon -nothing less and nothing more is present.
There is nothing characteristic about the subjective symptoms of colitis. Pain and tenderness are often absent even in the most severe cases. But when discomfort or pain is present in the lower part of the abdomen, the possibility of disorder of the colon requires consideration.
(1) The Stools.
The state of the bowels is of much greater importance, but the patient's statements must not be accepted without examining the stools. It is quite insufficient to ask the patient to send a specimen in a small bottle. Each stool passed on two or three consecutive days should be inspected by the clinician, in addition to the microscopical and bacteriological investigations carried out by the pathologist. It is essential, too, that the stools should be natural ones and not those obtained after an aperient or an enema.
Mucus.-Many people, medical as well as lay, regard the presence of mucus in the stools as evidence of "mucous colitis." It should be remembered, however, that every healthy mucous membrane secretes mucus. In the colon it is normally secreted in order to protect the mucous membrane from mechanical and chemical irritants. Consequently, hard feeces are likely to be coated with mucus, which also facilitates their evacuation; the mucus is secreted chiefly in the pelvic colon, where the feces normally accumulate before evacuation, and, in patients with dyschezia, in the rectum.
Most aperients act by irritating the mucous membrane of the bowel; therefore, unless the dose is very small, the soft or liquid stools to which they give rise often contain mucus, which dilutes the chemical irritant and so protects the mucous membrane. A similar response frequently occurs after injecting fluid into the bowel-F-M I [-November 23, 1926. Hurst: Diagnosis and Treatment of Colitis The old custom is still followed at some spas of sending every patient for a trial Plombi6res douche and, if mucus is found in the ejected fluid, diagnosing colitis as the cause of the rheumatism, eczema or neurasthenia, for which the patient seeks treatment. This practice has no scientific foundation, because many healthy colons respond to the abnormal stimulation of the douche by secreting mucus, even if the secretion gradually diminishes during the "cure" as the mucous membrane becomes accustomed to the treatment. Whenever possible, I like to examine a patient with the sigmoidoscope without any preparation by aperients or lavage, as I have frequently observed that these cause the mucous membrane to be sJightly redder than usual and excess of mucus to be present, even if nothing more irritating than normal saline solution is used for the douche. The temporary congestion and the secretion of mucus under these conditions are the natural response to the irritant and are not signs of Qolitis. The mucus s6creted with bard faces and after the use of aperients or enefras contains no pus cells, no red corpuscles and no excess of broken-down epithelial cells; evidence of inflammation is entirely lacking.
In the condition badly described as muco-membranous colitis shreds or large membranes of mucus are excreted with hard faoces. I have repeatedly sigmoidoscoped patients suffering from this condition, and I have never seen the slightest sign of inflammation, unless they have been treated with irritating douches. Nearly twenty years ago I suggested that this condition was strictly analogous with asthma; I still think that the analogy holds good. In asthma over-activity of the vagus leads to spasm of the bronchial muscles and excessive secretion of mucus by the bronchial mucous membrane. Owing to the spasm the mucus is retained long enough to coagulate, and, as it is slowly extruded along the spiral bronchi, it is moulded into the characteristic Curschmann's spirals. In uncomplicated cases there is no bronchitis, and the mucus contains no pus-cells or albumin; the secretion ceases abruptly when the spasm relaxes at the end of an attack, whether this occurs spontaneously or after an injection of adrenalin. In the colon the spasm and oversecretion of mucus, which have been shown experimentally to occur on stimulation of the pelvic nerves, are due to similar nervous influences; the mucus, which contains no albumin and no pus-cells, is retained owing to the spasm, and is coagulated by a ferment,-mucinase, which Roger [1] has isolated from both the bronchial and intestinal mucous membrane. Just as asthma may be complicated by bronchitis as a result of treatment by irritating inhalations, so muco-membranous colic, as it should be called, may be complicated by a mild form of true colitis as a result of daily irritation by injudicious local treatment. It is this fact which led Mathieu many years ago to say that more cases of colitis came from Plombi6res than went there, and I have no doubt from my own experience that this is also true of many other spas, both at home and abroad, though matters have greatly improved since the war.
Pus and Blood.-In true colitis the mucus always contains pus-cells, and in the severe forms small quantities of pure pus can often be recognized in the stools. Microscopical examination reveals the presence of disintegrated epithelial cells, often in large numbers, but the presence of such cells without pus or mucus is not necessarily pathological.
The presence of blood recognizable with the naked eye in a stool containing mucus and pus, whether mixed with them or in separate bright or dark red clots, generally indicates the existence of ulceration, but smaller quantities, and especially isolated red corpuscles only recognizable with the microscope, may be present in acute colitis without actual ulceration.
When the source of blood and pus in the stools is the inflamed mucous membrane of the colon, the stools are always soft and generally liquid. In the typical stool of ulcerative colitis isolated patches of liquid feces, mucus, pus, and blood can generally be recognized, in addition to muco-pus and pus stained with blood. The presence of solid fragments of fhTces in such a stool would point strongly to the presence of a growth. When blood is passed alone or on the surface of lumps of solid faeces, together perhaps with a little mucus or muco-pus, colitis is certainly not the cause, and a local source in the anal canal or rectum should be sought.
(2) BACTERIOLOGY.
Incredible as it may seem, I have often met with cases in which colitis has been diagnosed simply because an examination of the stools has shown that the relative proportion of streptococci to Bacillus coli differed from what the pathologist regarded as normal, or because he has isolated certain organisms which he did not regard as normal inhabitants of the bowel. It is not sufficiently realized how wide are the variations in the ftecal flora of normal individuals, and how greatly the number, character and proportion of the bacteria present are influenced by diet and by changes in the consistence of the faeces, such as may be due to the use of an aperient. It is also apparently forgotten that pathogenic organisms in the sputum, tonsils or teeth, may find their way into the faeces without causing infection of the mucous membrane of the alimentary tract, and how even typhoid bacilli or other obviously pathogenic organisms may be discovered in perfectly healthy carriers long after they have recovered from the acute infection. Moreover, intestinal toxwmia may result from the absorption of poisons produced by excessive bacterial decomposition of proteins in the intestines in the complete absence of enteritis or colitis.
There can, of course, be no doubt that colitis of all kinds is almost always due to infection of the mucous membrane of the colon. But, unfortunately, our knowledge of the normal intestinal bacteriology is still so incomplete that it is rarely possible to recognize which of the organisms found in the stools of a definite case of 'colitis is responsible for the development of the disease.
In most cases the abnormal flora in ulcerative colitis is not due to the infection, but to the fluid nature of the stools and the presence of excess of soluble protein, blood and pus, which form a culture medium specially favourable for the growth of certain bacteria at the expense of others. When allowance was made for this, the evidence in favour of any particular organism found in the stools being the cause of the colitis has in no single case coming under my observation appeared to be conclusive.
In a report on an epidemic of " idiopathic ulcerative colitis," which resulted in 118 deaths in the Lancaster County Asylum in 1898, Gemmel [2] expressed his belief that this condition, which had always been well known in asylums, was really dysentery. Vedder and Duval [31, working under Flexner -in.1902 , proved that epidemics of " dysentery " occurring in institutions in America were caused by the Bacillus dysenteria?, and two years later Eyre [4] showed that asylum dysentery in England was also caused by this organism. As the Bacillus dysenterime is likely to be enormously outnumbered by the Bacillus coli in the stools, the isolation of the former, except at the onset of acute cases, is extremely difficult. So far as I am aware, no bacteriologist has yet succeeded in isolating a dysentery organism from the stools in the sporadic disease as it occurs in England, but Dudgeon [5] has isolated the Flexner bacillus from material obtained from the surface of an ulcer through a sigmoidoscope in two cases. In 1921 I was so struck with the resemblance between the appearance of the colon seen with the sigmoidoscope in bacillary dysentery and that seen in sporadic ulcerative colitis that I revived the suggestion made by Saundby [6] in 1906 and Hawkins [7] in 1909 that the latter might also be due to infection with the Bacillus dysenteriae. l~ut in no case have my barteriological colleagues been able .36.9 to isolate the organism from the stools or from the swabs taken directly from the ulcers through the sigmoidoscope, and in no case has the patient's blood agglutinated any of the known strains of Bacillus dysenteriaC.
In 1924 Barger [8] of the Mayo Clinic isolated a Gram-positive, non-mannitefermenting diplococcus from swabs taken through a proctoscope from the ulcers in 80 per cent. of 68 cases of ulcerative colitis, but in only 1 out of 20 healthy patients. Intravenous injections of the diplococcus produced similar lesions in rabbits and dogs. In a few cases the same organism was isolated from apical dental abscesses and from infected tonsils in patients suffering from the disease.
So far as I know these observations have remained unconfirmed until now. Dr. T. Houston of Belfast has, however, recently isolated a similar organism, but he is not yet convinced that Barger is correct in regarding it as the specific infective agent in sporadic ulcerative colitis.
A recent paper on ulcerative colitis from the Mayo Clinic by Buie [9] arouses a suspicion that the ulcerative colitis from which Barger isolated his diplococcus is not the same disease as that occurring in England. He refers to "the most significant phases" in its development being the appearance of miliary abscesses immediately beneath the superficial layer of the mucous membrane; these abscesses are said to rupture and leave miliary ulcers. I should have regarded this as a good description of the development of the ulcers in amoebic dysentery; I have never seen anything of the kind in ulcerative colitis and bacillary dysentery, in both of which the ulcers appear to result from superficial necrosis of the acutely inflamed mucous membrane.
(3) THE SIGMOIDOSCOPE.
When, eighteen years ago, I was invited to take part in the discussion on ulcerative colitis held in this Section,' I wisely declined, as I realized I had no knowledge of the clinical aspects of the disease. On reading the report of the meeting, it is clear that Mr. Lockhart-Mummery, who had recently examined six cases with the sigmoidoscope, was the only speaker who was in a position to add anything to our knowledge of the disease since it was first described in 1875 by Sir Samuel Wilks [10] and subsequently in 1888 by Sir William Hale-White [11] as a result of their observations in the post-mortem room at Guy's Hospital. Since 1908 I have passed the sigmoidoscope in every case in which disease of the colon has been suspected, and I have constantly urged upon others that its use should be regarded as within the province of the physician just as much as that of the ophthalmoscope. Unfortunately, however, it is still often considered to be a surgical instrument, with the result that numerous cases of cancer, which could not be recognized without its aid, are diagnosed too late, and a totally wrong conception of colitis is still widely prevalent. No one would think of treating a case of tonsillitis without looking at the tonsils; it is even less justifiable to treat a case of colitis without looking at the colon, because the symptoms are far less distinctive, and the possibility of cancer can be excluded in no other way.
The sigmoidoscope can almost invariably be passed if the patient is in the kneeelbow position without any special preparation and without causing any pain. Ulcerative colitis can be recognized at the first glance, but the appearance it presents is indistinguishable from that of bacillary dysentery. On the other hand, amcebic dysentery presents a quite distinctive picture, and I have several times been able to diagnose it, occasionally in individuals who had never been abroad, when examination of the stools had failed to reveal either amoba or cysts; in every case the diagnosis was confirmed by complete recovery within a few days as a result of treatment with emetin.
If the mucous membrane of the rectum and pelvic colon is quite healthy, ulcerative colitis can be excluded, as the disease seems always to originate in the most distal segment of the colon and to persist there longer than in any other part. When, therefore, stools containing blood and pus are passed by a patient in whom the sigmoidoscope has revealed no evidence of ulcerative colitis, a growth of the colon is almost certainly present, and if it is situated within 12 in. of the anus, it should be possible to recognize it with the sigmoidoscope, even if it cannot be felt either by rectal or by abdominal examination.
(4) RADIOLOGICAL EVIDENCE.
Certain radiologists, whose work does not bring them into sufficiently close association with the clinical and pathological aspects of the cases they investigate, frequently diagnose catarrh of a part or the whole of the colon from the appearances obtained with the X-rays after an opaque meal. The evidence upon which they depend is very variable, but as the diagnosis is made independently of any pathological or other confirmation, it is of course completely unreliable. I have seen numerous patients who have been treated for months or years for a colitis which they never had, but which had been diagnosed on radiological evidence alone; many had become confirmed hypochondriacs as a result.
When the sigmoidoscope has revealed nothing abnormal and the symptoms point to the presence of some disease of the colon, a barium enema should be given. By this means alone is it possible to recognize diverticulitis, a comparatively common disease, which generally involves the iliac and pelvic colon, and which was formerly almost invariably mistaken for either a growth or colitis; it is, moreover, the only common cause of pericolitis sinistra. An opaque enema also often reveals the presence of a growth at a stage when it is still impalpable and causes no delay in the transit of an opaque meal.
An X-ray examination after an opaque enema should always be made in longstanding cases of ulcerative colitis which are not responding satisfactorily to treatment, as this may be due to the development of a stricture, the exact position and extent of which can be recognized in no other way. By this means the need for a short-circuiting operation was discovered in two of my cases, although there was nothing in the symptoms to suggest that obstruction was developing. The extent of the ulcerative process in the earlier stages can also be recognized with the X-rays after an opaque meal by the disappearance of the normal haustration and the mottled appearance of the shadow, but, as the whole colon is almost always involved, the examination rarely provides information which was not already available from the known pathological anatomy of the disease.
CLASSIFICATION.
Long continued irritation of the colon by hard scybala or by aperients might, theoretically, produce a definite catarrh of the mucous membrane, but there is nothing about the stools or the sigmoidoscopic appearance which makes it possible to recognize such cases from those in which the mucous membrane is still healthy and simply responding to the irritation by the secretion of mucus. Moreover, symptoms and signs of irritation rapidly disappear when the cause is removed, though mucus may continue to be passed in excess for some time. Other mechanical irritants, such as excess of indigestible vegetable residue, and other chemical irritants, such as excess of mustard., pepper, or curry, may exert a similar action, but, here again, it is very doubtful whether they ever give rise to true catarrhal colitis.
On the other hand, the chemical and bacterial irritants resulting from the consumption of decomposing and infected food may leave behind a condition of chronic inflammation, after the acute entero-colitis to which it at first gives rise has disappeared. It is necessary, however, to add that the chronic diarrhcea, which is an occasional sequel of acute food-poisoning, is more often due to the achlorhydria caused by the associated acute gastritis than to colitis, as no inflammatory products are found in the stools, the sigmoidoscope shows no sign of inflammation, and the diarrhcea ceases abruptly when hydrochloric acid is administered, evern if that diarrhcna has been present for several years.
Apart from the specific forms of colitis caused by infection with the Amcba histolytica and Bacillus dysenteria, and sporadic ulcerative colitis with its clear-cut clinical and pathological picture, I am doubtful whether any other forms of severe colitis exist. Occasionally symptoms of ulcerative colitis are found to be associated with a very red and swollen mucous membrane which is not actually ulcerated; I believe, however, that this generally represents an early stage of the same disease. The acute colitis caused by various mineral poisons and the ulcerative colitis, which is a rare terminal event in various toxamic states, such as ureemia, do not come within the scope of to-night's discussion.
COMPLICATIONS.
The high recovery rate following improved methods of treatment has resulted in the occasional development of late complications, which were formerly rare or unknown. Thus the autopsy records of the London hospitals for the twenty-five years ending in 1908 did not contain a single example of stricture following ulcerative colitis. I have, however, now watched a stricture develop in four cases 1: in the last two the strictures, which were multiple, were so severe that shortcircuiting operations had to be performed before complete recovery could occur. I have also on three occasions watched the development of polypi as the ulceration healed, and Dr. J. A. Ryle tells me he has had the same experience. In a case of polyposis of the colon now under observation, there is a long history pointing to a similar origin, and the polypi are still accompanied by severe colitis. I expect that it will ultimately be found that most cases of polyposis of the colon originate during the healing of ulcerative colitis. As the polypi show a definite tendency to become malignant, an intermediate stage of polypus formation was the probable explanation of the development of a growth of the pelvic colon two years after complete recovery from ulcerative colitis in one of my pre-war patients, and of cancer of the rectum following chronic dysentery in two others.
In one of my cases, innumerable small polypi had developed by the time the ulcers had healed: the stools were normal and the patient felt perfectly well. All the polypi disappeared, leaving no trace behind, as a result of treatment with deep TREATMENT. I shall conclude with a discussion of the treatment of ulcerative colitis. The patient should be kept in bed until the sigmoidoscope has shown that complete recovery has taken place. As this may require many months, and sometimes even a year or more, a greatly restricted diet, such as one of milk and milk foods, is likely to lead to anamia and other undesirable complications, which can be avoided by a generous mixed diet, from which everything leaving any solid residue is removed, all vegetables and fruit, for instance, being passed through a fine sieve. Fresh air and exposure to the sun, and in winter to ultra-violet rays, help to improve the patient's general condition. When much blood has been lost, transfusion is of great value, not only in combating the anaemia, but also apparently in directly increasing the patient's power of overcoming the infection.
Until recently all attempts at specific treatment had failed, as the infective organism remained unknown. In 1919, in the belief that the disease was really an aberrant form of bacillary dysentery, I tried the effect of intravenous injection of large doses of polvvalent antidysenteric serum.
In the first case the result was little short of miraculous. A young man, who was almost moribund after being very ill for over a year, and in whom no improvement had followed an appendicostomy, recovered completely in a fortnight; five days after the first injection the sigmoidoscope showed that the innumerable ulcers seen a few days before had vanished, and nine days later the appearance of the mucous membrane was absolutely normal. In the eight years which have since elapsed he has had no recurrence.
Since 1919 I have used anti-dysenteric serum in every case, often with excellent results, though occasionally with little or none. I realize that the treatment may really be non-specific and nothing more than a form of protein shock, although in one case it proved very effective after a series of injections of ordinary horse serum had failed to produce improvement. The dose of serum I now use is 40, 60, 80 and 100 c.c., injected intravenously on successive days, and then 100 c.c. for a few additional days. The reaction is occasionally somewhat alarming, but it is never really dangerous.
Barger and Logan [8] have vaccinated ninety-three patients with the diplococcus they isolated from the surface of the ulcers. All have been treated by other means as well, and as they reported that only ten were "clinically, radiologically and proctologically" cured, I do not think that there is yet sufficient evidence to enable it to be said that the vaccine exerts a definite influence on the course of the disease.
In the most recent report of the new vaccine treatment (April, 1926) , Buie [9] refers to seventeen cases in which " the stools became normal and the weight satisfactory, but ulceration in the rectum and sigmoid persisted, as revealed by sigmoidoscopic examination." He then expresses his belief that the " chronic ulcerative colitis was cured in most of these and the ulceration was of the secondary infective type," which he does not think is influenced by the vaccine. It is, however, just this persistent ulceration which presents the chief difficulty in treatment, and it is far from clear what effect the vaccine is supposed to have if such ulcers persist after a course of inoculation.
I agree with Barger and Logan as to the wisdom of removing such infective foci as teeth with apical abscesses and inflamed tonsils, though, like them, I have seen a severe local reaction follow the operation. In such cases, which I believe are rare, a secondary infection of the specific ulceration has probably taken place.
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Local treatment of the colon is undoubtedly of use. Instead of albargen, which I formerly employed, but which cannot now be obtained in its original unirritating form, I generally use tannic acid (gr. j to ij to 1 oz.); in my experience it has been more satisfactory than other silver preparations, p)otassium permanganate or acriflavine. It is most important that the fluid should be introduced through a soft catheter, which should not be passed more than 1 in. beyond the anus, as otherwise the rectal mucous membrane is likely to be injured. I give I oz. of charcoal and kaolin two or three times a day in the hope that they will absorb toxins; the former certainly absorbs gas and so relieves colic, and it also deodorizes the stools. There is no evidence that any so-called intestinal antiseptic exerts any action in the colon when given by mouth. During the last two years I have tried the effect of a culture of Bacillus acidophilus instead of the sour milk that I formerly used, but I am not convinced that either is of proved value in overcoming the infection, and in one instance a contaminated preparation led to a severe relapse.
It is of the utmost importance that the stools should not be allowed to become hard during convalescence, and for this reason a saline aperient or paraffin should be regularly taken; the former may also reduce the frequency of deftecation in the early stages and in this way may help to give the patient a less disturbed night. I am convinced, too, that every patient who has had ulcerative colitis should for the rest of his life keep his stools soft by means of salts or paraffin, and should avoid all food leaving any solid fragments which could irritate the mucous membrane of the colon. The danger of relapse is, however, largely due to the fact that patients are allowed to get up and discontinue treatment when they feel well and the stools look normal, which is often many weeks before siginoidoscopic evidence of recovery is obtained. I have already referred to the occasional necessity for a short-circuiting operation in order to overcome the obstruction caused by the development of a stricture in the process of healing. Apart from this I believe that surgery is very rarely required. The only fatal case I have had among my nineteen hospital and private patients since the war was that of a woman who died of broncho-pneumonia, when she was improving as a result of an appendicostomy performed on my advice a few weeks earlier. In three other cases an appendicostomy had been performed, but without obvious benefit; it was allowed to close when they came under my care, and the medical treatment I have described was substituted with ultimate success. The bowel can certainly be more efficiently washed out through the appendix than from below, and the operation itself is almost devoid of daniger, so that in cases which are not improving satisfactorily under medical treatment the question of operation requires consideration; if it is performed, none of the other forms of treatment which are known to be of use should be discontinued. But the results of medical treatment in my series of cases compares very favourably with the statistics of appendicostomy. 1 In one case it was found necessary to perform a colostomy and subsequenitly to excise the pelvic colon and rectum owing to persistent rectal hawmorrhage. This was, however, done at the patient's home, several months after she had left hospital against my advice, as I believed that further treatmeint would have resulted in a cure-a belief which was, I think, confirmed by the pathological examination of the excised bowel, which showed that healing had progressed so far that nothinig more thani a few superficial erosions of the muicous membrane were still presenit.
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Dr. HUGH THURSFIELD (President) said that in many years' experience he had never heard such a sane and clear address on a difficult subject. He agreed that many physicians had never seen what happened in a case of colitis, because they did not use the sigmoidoscope. He would extend Dr. Hurst's remarks on the bacteriology of intestinal diseases so as to include practically all intestinal infections, with the exception of such specific conditions as typhoid. Bacteriologists, radiologists, and clinicians appeared to have lost their heads on this subject during the last few years, and his hope was that Dr. Hurst's address would do much to bring the profession back to its moorings. With regard to the use of antidysenteric serum, for some years he had noted a group of infants who, particularly in the summer and autumn, had very violent attacks of diarrhcea, with high fever. Several years ago he had concluded that these attacks were probably dysenteric, and in the ward at the Children's Hospital antidysenteric serum was at once given to patients showing these symptoms. The bacteriology was investigated afterwards, and in a fair proportion some types of dysenteric organisms were isolated. He was sure that this course had saved the lives of many infants.
Dr. W. EDGECOMBE.
Dr. Hurst has clarified our somewhat nebulous ideas on this subject; his ability to do so is the result of his systematic and routine use of the sigmoidoscope. It is unanimously agreed that this instrument is essential to the physician in diagnosis and treatment of such cases. My remarks will be confined to the so-called mucomembranous colitis. I agree with Dr. Hurst that the term is a misnomer; that there is no evidence of inflammation either in the appearance of the mucous membrane as seen with the sigmoidoscope or in the histological examination of the mucous dejecta; and that the condition is a neurosis of the intestinal function, secretory and motor, occurring in psycho-neurotic rather than in true neurasthenic subjects. A better name is colica mucosa, or colonic mucorrhoea. His analogy between the disease and asthma is apt and striking. I agree further that infection is of small importance in the causation ; in the more severe cases there may, however, be a late secondary intestinal toxawmia leading to depression of the nervous system and general health, and to the production of a vicious circle.
The condition is a real entity and presents no little difficulty in treatment. We are all familiar with these querulous individuals absorbed in their own ailments (for the disease, though commoner in women, is not seldom met with in men), whose whole life is centred in the abdomen, and who are a misery to themselves and a burden to those about them. Ill nourished, of a dirty, muddy complexion, with a dull, lustreless, inelastic skin, they suffer from constipation, for which aperients are taken in infinite variety, alternated with attacks of colicky pain accompanied by the passage of large quantities of mucus by the bowel. Many of these patients have
